(A) the liver/weight ratios of the rats were calculated; (B) alanine aminotransferase (ALT), (C) aspertate aminotransferase (AST), (D) total cholesterol(CHOL) and (E) triglycerides(TG) of the rats were determined by auto-biochemical analyzer. *p＜0.05, **p＜0.01, compared to negative control group.
206x230mm (300 x 300 DPI) D r a f t Fig 2: The pathological changes and apoptosis of rats' liver in DCE dose groups. After the treatment with DCE for 5 days successively, liver tissues were fixed in 10% neutral buffered formalin and embedded in paraffin. (A) Tissue sections were prepared and stained with hematoxylin and eosin. The pathology (HE, PAS AND Oil Red O) of liver was examined by optical microscopy (×100, ×200 magnification). (B) Apoptotic cells in liver after DCE exposure were detected using an in situ apoptosis detection kit as described in the Materials and methods. Photographs were taken by optical microscopy (×100 magnification). Data are representative of at least three independent experiments. (C) Western blotting was used to determine the levels of phospho-p44/42 MAPK (Erk1/2) (Thr202/Tyr204)).
230x391mm (300 x 300 DPI) D r a f t DCE increases the levels of cleaved caspase-9, cleaved caspase-3 and decreases ERK1/2 phosphorylation and EGF-stimulated ERK phosphorylations could inhibit DCE-induced apoptosis. (A) HepG2 cells incubated with100,125 and150µM DCE for 48 h. Western blotting was used to determine the levels of phospho-p44/42 MAPK (Erk1/2) (Thr202/Tyr204)) and cleaved caspase-9, cleaved caspase-3, and β-actin. HepG2 cells were starved for 24 h, and then incubated with EGF (100, 200 and 300 nM) for 5 minutes prior to the addition of 150µM DCE followed by an additional 48 h incubation period. After48 hours of incubation, the cells were collected for apoptosis analysis. Western blotting was used to determine the levels of phospho-Erk1/2 and the levels of cleaved caspase-9, cleaved caspase-3. The results were representative of at least three independent experiments. β-actin was used as an internal reference. The intensity of bands was quantified by densitometric analysis. (B)The apoptotic rate was analyzed by flow cytometry. The results are from one representative experiment of three performed that showed similar patterns. Each point represents the mean ± SD of three independent experiments. The statistical significance was determined by Student's t-test (*P<0.05, **P<0.01 versus control; #P<0.05, ##P<0.01 
